relevance to human use. And, for aspartame to have effects in animals, blood levels of aspartame constituents (aspartate, phenylalanine, methanol) must increase to very high values. At the levels ingested by humans, such increases in blood do not occur, even at high levels of intake (Butchko et al., 2002; Magnuson et al., 2007) .
The errors in this article are too numerous to enumerate in a letter of limited length. I note those most obvious to me. (a) Formate is not converted to diketopiperazine (abstract). (b) The authors are incorrect in stating that tyrosine cannot be synthesized in brain from phenylalanine. (c) Despite the authors' statement, even very large increases in phenylalanine levels produced by aspartame administration to rats do not suppress catecholamine synthesis rate (Fernstrom et al., 1991) Dietary zinc intake in the investigation of 'zinc and vitamin A intake and status in a national sample of British young people aged 4-18 years' (Thane et al., 2004) was reported to be 'adequate' for most of the population. This conclusion was based on:
A consideration of the likely error of underreporting in participants And the fact that 'low' plasma zinc concentration was only detected in a very small minority of participants
We would like to offer a different interpretation of these results for the reasons set out below:
(a) Although the problem of underreporting was previously reported in this survey, the impact of the error was not considered to be high enough to alter the major findings of the survey. (b) The feasibility study of this National Diet and Nutrition Survey, including estimates of energy expenditure using the 'doubly labelled water' technique, indicated that there was sufficient validity for adopting the methodology for the main stage survey (Gregory et al., 2000) . (c) Plasma zinc is generally considered to be a poor measure of marginal zinc deficiency, as the level of zinc in plasma is homeostatically controlled and, in marginal zinc deficiency, may remain within the normal range. (d) Several confounding factors can affect plasma zinc levels. For instance, plasma zinc concentration may vary according to time of the day, proximity of meals, inflammation, stress and occurrence of recent exercise. In the National Diet and Nutrition Survey, these factors were not controlled in the measurement of plasma zinc concentration. For example, 88 samples (8%) were collected from young people who had consented to the fasting procedure but had eaten or drunk something in the morning before blood sample was obtained (Gregory et al., 2000) . (e) In this National Diet and Nutrition Survey, poor zinc status was defined as a concentration below 10.71 mmol l À1 for a fasting sample (Gregory et al., 2000; Thane et al., 2004) . This cutoff point of zinc status was based on the data of the second National Health and Nutrition Examination Survey (Pilch and Senti, 1985) and the 10.71 mmol l À1 is a value derived from two standard deviations below the mean plasma zinc concentration for US adults. Since 1985, the body of knowledge about zinc status has significantly improved. For example, Hotz et al. (2003) demonstrated that age and sex were significant confounders of serum zinc concentrations; therefore, separate cutoff points should be derived for children, adolescents and adult males and females. For example, 2.5 percentile of morning serum zinc concentrations for fasting adolescents aged 10 years and over has been suggested to be 11.31 ± 0.07 mmol l À1 (Hotz et al., 2003) .
Revised cutoff points based on age and gender will change the definition of 'low' plasma zinc concentration and population 'at risk' of zinc deficiency. (f) A total of 80% of the young people aged 4-18 years reported the dietary zinc intake below Reference Nutrient Intake, whereas 13% reported intake below their Lower Reference Nutrient Intake (Thane et al., 2004) . Among subgroups, 26.2% of girls aged 4-6 years and 34.5% of girls aged 11-14 years had an intake below Lower Reference Nutrient Intake (Gregory et al., 2000) .
This suggests that zinc deficiency is a real concern in these populations as the Lower Reference Nutrient Intake demonstrates a theoretical cutoff point at which 97.5% of individuals are unlikely to be consuming 'adequate' amounts. As a result, prevalence figures exceeding 2.5% indicate a potential shortfall in intakes.
Although such children cannot categorically be said to have 'inadequate intakes' because of the uncertainties around individual requirements, they can nevertheless be considered as 'vulnerable'.
We believe, therefore, that there is not enough evidence to conclude that the dietary zinc intake of British people aged 4-18 years is 'adequate'. F Amirabdollahian and R Ash Department of Health and Human Sciences, London Metropolitan University, London, UK E-mail: f.amirabdollahian@londonmet.ac.uk
We thank Mr Amirabdollahian and Dr Ash for their interest in our paper (Thane et al., 2004) , which was published in February 2004, but was accepted some time before the publication of Hotz et al. (2003) , which they cite. We would like, however, to make the following comments in defence of our original conclusions, and in particular of our conclusion that zinc intakes and status appeared to be generally adequate in British young people aged 4-18 years, as assessed by the National Diet and Nutrition Survey (NDNS), conducted in 1997 (Gregory et al., 2000) . We refer to paragraph (a) to (f) in the letter by Amirabdollahian and Ash:
(a) and (b): Although, as Amirabdollahian and Ash point out, the major findings of the NDNS were indeed considered to be robust, this does not imply that under-reporting was absent; indeed the doubly labelled water comparison clearly indicated that it was present, especially among certain
